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Introduction
It is by now widely accepted that alcohol exerts effects on a large array of biological events, and that this influence depends, at least in part, on the dose of the drug, the mode (route) and duration of exposure, whether delivery is investigator-controlled or involves self-administration, and whether it is measured immediately after drug exposure or following a drug-free period. In this chapter, we will review the effects of alcohol on the rodent hypothalamic-pituitary-adrenal (HPA) axis, introduce new data on the effects of binge drinking in adolescent animals upon the HPA axis and raise a novel hypothesis that alcohol may exert some of its effects on the HPA axis via actions on catecholamine modulatory actions of the HPA axis.
Stimulatory effect of alcohol on the HPA axis

Mechanisms
We presented an overview of the stimulatory effect of alcohol on the HPA axis in an earlier review (Rivier, 1996) and while considerable progress has been made in our understanding of the mechanisms through which this influence is exerted, the basic concept that it primarily involves endogenous corticotropin-releasing factor (CRF) from the paraventricular nucleus (PVN) of the hypothalamus remains unchanged (Rivest and Rivier, 1994; Rivier et al., 1984; Rivier and Lee, 1996) . The role played by CRF depends on two types of receptors, CRFR1 and CRFR2 (DeSouza, 1995; Perrin et al., 1993) , and the question therefore, arises of what CRF receptor type was involved in the effect of alcohol. We first reported that alcohol was able to up-regulate the type 1 receptor (Lee and Rivier, 1997a) , and that blockade of these receptors interfered with the HPA axis response to stressors (Rivier et al., 2003) . Further support for the importance of CRFR1 in our models came from the finding that mice that lacked this receptor displayed a significantly blunted adrenocorticotropin hormone (ACTH) response 0889-1591/$ -see front matter Ó 2011 Elsevier Inc. All rights reserved. doi:10.1016/j.bbi.2011.01.016
